Previous findings have linked lower socioeconomic status (SES) with elevated morbidity and mortality. Leukocyte telomere length (LTL), which also has been associated with age-related disease morbidity and mortality, is a marker of aging at the cellular level, making it a valuable early biomarker of risk and an indicator of biological age. It is hypothesized that SES will be associated with LTL, indicating that SES influences disease risk by accelerating biological aging. In the present sample we test for associations of childhood SES and adult SES (i.e. education, income, home ownership) with LTL, and examine whether these associations vary by racial/ethnic group. Analyses on 963 subjects (18.7% White, 53% Hispanics, and 28.5% African American) from the stress ancillary study of the multi-ethnic study of atherosclerosis revealed a significant difference in LTL between home owners and renters in Hispanic and White participants (p < .05), but not amongst African Americans (p = .98). There were no linear associations of adult education or family income with LTL, however, there was an inverse association between father's education and LTL (p = .03). These findings suggest that for Whites and Hispanics renting vs. owning a home is associated with an older biological age; however we did not replicate previous findings linking education with LTL.
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Introduction
A substantial body of literature has demonstrated that individuals with lower socioeconomic status (SES) are at increased risk for morbidity and mortality from numerous diseases of aging (Adler and Ostrove, 1999; Haan et al., 1987; Yen and Kaplan, 1999; Yen et al., 2009) . Within the United States, these findings are present in Whites and Blacks, as well as acculturated Hispanic populations, although the strength of these effects often vary depending on the measure of SES used (Adler and Ostrove, 1999; Gallo et al., 2009a,b; Lutsey et al., 2008) . Although methodological complexities make identifying the contributions of different types of factors to the socioeconomic gradient difficult, it has been argued that access to healthcare and poorer health behaviors, although important contributors, do not fully account for this association. Given that the magnitude and quantity of chronic stressors increases with decreasing socioeconomic status (Steptoe and Feldman, 2001; Baum et al., 1999) , it has been hypothesized that stress and related psychosocial processes may cumulatively influence the health of lower SES individuals and contributes to the SES patterning of many health outcomes (Baum et al., 1999; Yen and Syme, 1999) .
Stressors are thought to cause cumulative biological wear and tear through repeated and prolonged perturbations of the stress response systems, and ultimately contribute to premature aging, increases in multiple biological risk factors, and higher disease morbidity and mortality (Seeman et al., 2010; McEwen, 2000) . Several of these biological processes affected by stress, including excess oxidative stress, increases in inflammation, disruptions in restorative processes such as sleep and repair of damage to DNA, and dysregulation of cardiovascular, immune, and metabolic systems, may in turn have consequences for cellular aging and disease risk, including cardiovascular disease and cancer (Epel et al., 2004 (Epel et al., , 2006 Seeman et al., 2010; von Zglinicki, 2002) . Telomere length has recently emerged as a marker of aging at the cellular level. The length of this tandem repeat of DNA at the end of chromosomes within leukocytes has been inversely associated with greater age, presence of subclinical cardiovascular disease, risk factors for disease, and age-related disease morbidity and mortality
